Hemorrhagic complications of optic pathway diseases are extremely rare causes of acute visual loss associated with dengue fever. In this paper we report a patient presenting with dengue fever and bilateral acute visual loss caused by chiasmal compression due to Rathke's cleft cyst apoplexy. Considering the importance of early diagnosis and treatment to visual recovery, apoplexy of sellar and suprasellar tumors should be considered in the differential diagnosis of patients with acute visual loss and dengue fever.
INTRODUCTION
Dengue fever (DF) is a viral infection disease endemic in tropical and subtropical areas; it is caused by four different virus serotypes. Its clinical features vary from asymptomatic infection to critical systemic disease. One of the more severe forms of the disease is dengue hemorrhagic fever, characterized by fever, evidence of a hemorrhagic event or a positive tourniquet test, low platelets levels (≤100,000 cells/ mm 3 ) and evidence of disseminated plasma leakage such as pleural effusion, ascites and hypoalbuminemia (1) . Acute visual loss in a patient with DF is an unusual occurrence, which generally arises due to hemorrhagic complications in the retina (2) or to virus-related optic neuritis (3, 4) . Visual loss from intracranial complications of diseases involving the optic pathways is extremely rare, but was recently described in two patients with hemorrhage in pituitary adenomas (1, 4) . In this paper we document, to our knowledge, the first reported case of DF and bilateral acute visual loss caused by chiasmal compression from Rathke's cleft cyst (RCC) apoplexy.
CASE REPORT
A 47-year-old man was referred for evaluation of acute bilateral visual loss, most severe in the left eye (OS). One month prior to examination, the patient had experienced rapidly progressing blurred vision over a period of three days, associated with headache, retro-ocular pain, fever and prostration. A medical evaluation at another facility suggested the diagnosis of DF, which was subsequently confirmed by positive serologic testing for dengue virus-specific IgM antibodies. The visual complaints were apparently considered unspecific symptoms because of generalized malaise. In addition, a positive tourniquet test indicated a hemorrhagic tendency. As there were no signs of dengue shock syndrome, and the patient was advised to hydrate, rest, and watch for warning signs of complications of DF.
The systemic symptoms gradually resolved, but the blurred vision improved only slightly and the patient was referred for ophthalmic evaluation. His past medical history was unrevealing, except for the use of glasses for the preceding 30 years and slightly decreased vision due to anisometropic amblyopia in the right eye (OD) since childhood. On ophthalmic examination, the best-corrected visual acuity was 20/60 in OD (+3.75 sph X -0.75 cyl axis 80) and 20/300 in OS (+0.25 sph). The pupils were equal in size but a slight relative afferent pupillary defect was observed on the left side. The slit lamp findings and intraocular pressure measurements were within normal limits. Ophthalmoscopy was normal except for mild temporal optic disc pallor in OS. The visual field (VF) examination demonstrated loss of the temporal field in both eyes and constriction of the inferior nasal field in OS ( Figure 1 ). Optical coherence tomography revealed peripapillary retinal nerve fiber layers of normal thickness in both eyes. Magnetic resonance imaging (MRI) revealed a tumor in the sellar region with extension to the suprasellar cistern and compressing the optic chiasm. Heterogeneous areas in the tumor suggested intralesional bleeding. The lesion showed a hyperintense signal on T1-weighted images and a hypointense signal on T2-weighted images, indicating hemorrhage inside the cystic tumor ( Figure 2 ). Subsequently, the patient developed nausea and vomiting. A repeat laboratory investigation revealed a marked decrease in cortical and adrenocorticotrophin (ACTH) hormone levels, indicating adrenal insu fficiency. The patient was submitted to urgent transsphenoidal surgery. The histological characteristics of the tumor were consistent with RCC ( Figure 3 ). Shortly after surgery, vision and systemic symptoms improved mar kedly. Two weeks after surgery, visual acuity improved to 20/30 in OD and 20/20 in OS. A repeat VF examination revealed only mild depression, predominantly upper temporal, in both eyes (Figure 4) . A repeat MRI scan revealed marked reduction of the suprasellar mass and complete decompression of the visual pathway.
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DISCUSSION
RCC is a benign and usually asymptomatic epithelial sellar lesion that develops as a result of incomplete obliteration of Rathke's pouch. Histologically, RCCs present a single layer of ciliated cuboidal or columnar epithelium and often contain goblet, squamous, and basal cells. Histopathological confirmation is required for diagnosis. RCCs are found in 13-22% of autopsies of patients with normal pituitary. Infrequently, when the cysts become larger and compress the pituitary and surrounding structures, patients may develop headaches, endocrinopathies, and visual disturbances secondary to lesion extension (6) . A rare presentation of symptomatic RCCs is hemorrhage into the cyst, which mimics the clinical syndrome of pituitary tumor apoplexy, with acute worsening or new onset of the described symptoms. Recently, Chaiban et al. (6) reviewed the database at their institution and the PubMed database with regard to RCC apoplexy. At their institution, RCC represented 7% of surgically treated sellar lesions, and RCC apoplexy was the first manifestation in 20% of these. The mean age of presentation was 40.2 years (range 16-70 years), with a female/ male ratio of 15:5 (6) . The clinical presentation of RCC apoplexy includes acute headaches, VF loss, decreased visual acuity, cranial nerve palsies, pituitary dysfunction, and occasionally altered mental status. Severe headaches seem to be the most frequent symptom. On MRI, the appearance of RCCs may vary depending on the mucopolysaccharide content of the cyst and the presence of hemorrhage or blood
clots. Yet, hemorrhage into the cyst most often appears as an area of signal hyperintensity on T1-weighted noncontrast images. Without the aid of surgical and histopathological findings, this condition is very difficult to distinguish from pituitary tumor apoplexy (unless the patient is known to have a RCC) (6, 7) . In cases of RCC apoplexy with visual impairment or hypopituitarism, transsphenoidal surgery is the treatment of choice. Long-term follow up is required to monitor pituitary function and because of the potential for recurrence of apoplexy.
Our case draws attention to the need to broaden the differential diagnosis of causes of visual loss in patients with DF. While the possibility of visual loss from virus-related hemorrhagic or inflammatory retinal and optic nerve conditions is generally appreciated, hemorrhagic complications in other parts of the visual pathway are uncommon and not widely recognized. The condition should, however, be promptly recognized to prevent further permanent visual loss. While our patient fortunately experienced dramatic visual improvement after surgery, a late diagnosis would most likely have led to permanent optic pathway damage. The pathogenesis of RCC apoplexy is not completely understood, but arterial ruptures in its single-layer epithelium or in compressed portal veins due to possible blood pressure fluctuations are the suggested mechanisms (8) . However, in our case, the precipitating mechanism was likely dengue-related blood dyscrasia in a predisposed individual. Dengue hemorrhagic fever is one important cause of low platelet count that may lead to spontaneous bleeding from mucosal surfaces. Although our patient did not have other systemic hemorrhagic complications, the positive tourniquet test clearly indicated that he had the hemorrhagic form of the disease that was manifested solely by bleeding inside the cyst and subsequent hypopituitarism from secondary endocrine dysfunction.
In conclusion, this report emphasizes that visual loss in patients with DF may occur not only from ocular complications but also from acute enlargement of suprasellar tumors, including not only pituitary apoplexy but also cleft cyst apoplexy.
